SUMMARY Three patients with transient myopia following blunt injury are described with the aid of serial ultrasonography. The cause of refractive change is an increase in the anteroposterior thickness of the crystalline lens, which probably results from oedema of the ciliary body. 
indirect gonioscopy lens and applanation tonometer. Refraction of all patients was by one of the authors (JKS). Measurements in Tables 1, 2, and 3 were derived by the use of the Stortz A scan biometric ruler. Fixation was on a distant point during measurement to control accommodation. In addition case three was examined by the Kretz A scan, BronsonTurner B scan, and the combined A and B Ocuscan.
Case reports CASE 1 A 14-year-old boy ran into the branch of a tree and injured his left eye. When he was first seen, four (3) oedema of the ciliary body, all of which could result in an increase of lens size due to zonular slackening. Duke-Elder' considered that spasm of accommodation was probably responsible for the majority of cases of traumatic myopia and it could be reversed by cycloplegia. However, case 2 was treated with cyclopentolate from admission to hospital, and it did not prevent the development of myopia, suggesting that spasm was not the mechanism here. Transient myopia is known to occur in the presence of uveal effusion. This association is a well documented clinical entity occurring in posterior scleritis,3 after extensive photocoagulation,4 and in Harada's syndrome.' It was postulated by Phelphs6 in a case report of two subjects who developed angle closure as a result of forward displacement of the iris-lens diaphragm that the mechanism may be an anterolateral rotation of the ciliary body about its attachment to the scleral spur following the development of choroidal effusion. Our cases do not show a forward displacement of the iris lens diaphragm, but instead a marked anteroposterior thickening of the lens, suggesting that there has been no rotation of the ciliary body, but perhaps only ciliary body oedema. Transient myopia, in the absence of uveal effusion, follows the administration of some drugs.7 In these hypersensitivity reactions ciliary body oedema is thought to be the mechanism.' Ciliary body oedema as a result of increased vascular permeability might occur as a direct result of trauma, perhaps caused by sympathetic paresis, since it has been demonstrated that most of the sympathetic nerve endings in the ciliary body terminate in the walls of blood vessels. ' The observation of transient hypotony in two of our cases supports the hypothesis that ciliary body function was compromised temporally. In case 3 B scan ultrasonography clearly demonstrated oedema of the whole uveal tract without detachment, and that is further evidence of ciliary body oedema as the cause of transient traumatic myopia.
We considered that the frequency of traumatic myopia may be underestimated and therefore undertook a small prospective study of 10 patients admitted for hyphaema. We found no significant changes in refraction or intraocular dimension. Thus traumatic myopia is probably not common. However, it is possible that cases are missed, because visual acuity measurement, especially on an injured child's eye, may be assumed to be inaccurate, and the presence of other signs, such as hyphaema, may be held responsible for diminished vision. The feature which should alert the observer to the possibility of traumatic myopia is shallowing of the anterior chamber in comparison with the uninjured eye. 
